Flavonoids can protect against inflammatory diseases such as atherosclerosis by decreasing vascular endothelial cell activation. Plasma microdomains called caveolae are abundant in endothelial cells and play a major role in regulating signaling pathways associated with the pathology of vascular diseases. We hypothesize that flavonoids are antiinflammatory by modulating caveolae-regulated cell signaling. We focused on the role of caveolae and its major protein, caveolin-1, in mechanisms of linoleic acid-induced endothelial cell activation and protection by the green tea epigallocatechin gallate (EGCG) 
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Conclusions: Conclusions:
• Caveolin-1 silencing blocked linoleic acid-induced endothelial activation and inflammation.
• EGCG decreased fatty acid-induced NF-κB DNA binding activity and MCP-1 and COX-2 expression.
• Pretreatment with EGCG blocked fatty acid-induced caveolin-1 protein expression, suggesting that protective properties of EGCG may be caveolae-dependent.
